MANY demographic reviews of the prevalence of human intestinal cancer (Doll, 1972; Haenszel et al., 1973; Wynder, 1975) , coupled with studies of metabolic epidemiology (Reddy and Wynder, 1973; Hill, 1975) , have repeatedly suggested that dietary factors are likely to be of importance in the aetiology of human intestinal cancer.
In 1962, naturally occurring cycasin from the cycad plant was found to be carcinogenic in laboratory rodents (Laqueur and Spatz, 1968) . 1-2 dimethylhydrazine (DMH), a metabolic analogue of cycasin, has been shown to have high specificity for production of intestinal tumours in rats, and over the last 3 years at least 50 publications have demonstrated its efficacy.
Several of these papers have demonstrated that alterations in the diet of the laboratory rodent can alter the incidence of tumour production with DMH. In particular, it has been shown that adding 20% cholestyramine to the basic laboratory diet increased the yield of tumours, particularly in the colon (Nigro, Bhadrachari and Chomchai, 1973) . Increased dietary fat, with decrease in methionine and choline, decreases rat survival and increases colonic tumours (Rogers and Newberne, 1973 Yamamoto and Weisberger, 1973) . Addition of animal or vegetable fat to the basic diet increases the yield of tumours (Reddy, Weisberger and Wynder, 1974; Nigro et al., 1975 As can be seen, all 10 of the rats on the elemental diet treated with 20 mg/kg/ wk DMH survived the whole length of the experiment (total dose 400 mg/kg DMH per rat). All 93 rats in the other dietary groups given 20 mg/kg/wk DMH died by the 22nd week of the experiment, although 3 of these rats had received their total 400 mg/kg DMH before dying.
Tumour incidence was analysed in the 20 mg/kg/wk DMH animals using the method described by Peto (1974) . For this analysis the assumption is made that all the 20 mg/kg/wk rats died from toxicity from the carcinogen and that their various diets made no difference to their tumour incidence. Observed and expected tumour rates were calculated for each diet for eacb week from Weeks 13 to 22. The totals are shown in Table II. The rats on the elemental diet were killed during the 23rd week of the experiment after a total dose of 400 mg/kg DMH. Their expected tumour rates are difficult to estimate. The lower figure in the Table utilizes Table IV ), it becomes apparent that not only has the elemental diet protected the rats from the toxicity of the dimethylhydrazine at 20 mg/kg/wk, but that it has also significantly reduced the incidence of both small and large bowel tumours at both dosages.
The However, the point of this brief communication is not to discuss various hypotheses concerning the aetiology of DMH-induced tumours in rats, but to report a significant reduction in DMH toxicity and a reduction in tumour incidence, using an elemental diet in this carcinogenesis model.
It is clear from the rapidly accumulating literature that comparison between various dietary results in this model are bedeviled by differences in the standard laboratory diet used between different countries, and different workers within countries. This freely available commercial elementary diet would seem to have an important place in future carcinogenesis experiments involving controlled alterations in diet.
